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http://dx.doi.org/10.1016/j.joca.2013.07.006This special issue of Osteoarthritis and Cartilage (OAC) focuses on
pain in osteoarthritis (OA). A brief perusal of the table of contents of
this and other related journals as recently as 10 years ago would
demonstrate that many of the articles contained therein focused
on basic biology of the joint, mainly in cartilage, long felt to be
the primary and most important source of the lesion that leads to
OA. Since then, our knowledge of the critical processes occurring
within the OA joint has advanced greatly. We now recognize the
importance of bone, meniscus, ligaments, muscle, and syno-
viumdnamely, all parts of the jointdand the crucial role of inﬂam-
mation, previously considered irrelevant in this condition.
An area that until recently, had not received as much attention
in the OA literature is the subject of pain, and this special issue of
OAC illuminates this burgeoning area of OA research, with reviews
and original research articles ranging from the molecular to pre-
clinical animal models to human studies to policy on pain in OA.
Why pain might have been ignored in a condition whose cardi-
nal symptom is pain is perplexing. As Hadler opined in reference to
knee OA back in 1992, “Knee pain is the malady1.” Indeed, it is the
experience of pain that motivates visits to health care providers, re-
ferrals to specialty care, and ultimately, procedures such as total
joint replacement. Unlike the certainty of structural measures of
OA, pain has no easily observable physical correlate. It is deﬁned
by a verbal description of one’s personal experience. This subjec-
tivity has driven searches for physical and behavioral measures of
pain, and reviews by Dubner et al.2 and Malfait et al.3, and several
original research contributions4–8, describe the successful use of
various small and large animal models to advance the understand-
ing of pain in OA.
Clinically, signs of disease progression and patient behavior
inform the clinician, yet pain reports remain the ultimate gold stan-
dard of OA as a disease9. In this issue, Neogi reviews the epidemi-
ology of pain in OA, its risk factors, and the individual and
societal impact of pain in OA10. Gone should be the notion that a
person with knee pain and normal radiographs could not have
OA. Our ability to image the joint and even to image correlates of
its function has advanced at breakneck pace over the past few
years, providing us with a detailed view into the joint with early
OA before osteophytes or joint space narrowing are visible on a
radiograph. The review byHunter illustrates the current, yet rapidly
changing, state of imaging in OA and its relationship to pain, with
implications for clinical trial designs11. Data from the OsteoarthritisResearch Society International. PuInitiative12,13, the Oslo Hand OA Cohort14, the Framingham
Offspring Cohort15, the Hallym Aging Study (Korea)16, and others
form the basis of several original research articles on various imag-
ing modalities in this section of the journal.
Reviews by Neogi10, Seidel et al.17, and Abhishek and col-
leagues18 provide several reasons why health care providers caring
for people with OA must listen to patients. Importantly, in order to
provide state-of-the-art, or at the very least, competent care of pa-
tients with OA, it is not sufﬁcient, or even appropriate in this day
and time, to reﬂexively order an X-ray and dispense non-steroidal
anti-inﬂammatory drugs, commonly done in the past. Providers
simply are obligated to remain informed about new understand-
ings of the central and peripheral nervous systems in the setting
of chronic pain, a condition that many of our patients (and pets)
with OA face.
Due in part to genetic and environmental factors, individual
pain sensitivity varies over a wide range, as does response to treat-
ment interventions19. Pain modulation adds another level of vari-
ability, as emphasized by the review of Abhishek et al. that
describes the powerful pain modulation provided by inactive
placebo18. In addition, pain is not static. Persistent pain evokes
processes, such as central sensitization, that exacerbate pain and
produce symptoms in otherwise normal tissue20. Pain can also
result from damage to the pain-signaling nervous system. Such
“neuropathic” pain is problematic and largely untreatable by
methods used to manage conventional “nociceptive” pain. Given
these factors, it is not surprising that all ﬁelds of medicine witness
the extreme cases of severe pain in the absence of physical ﬁndings,
and the equally puzzling observations of severe physical pathology
without pain. Between these extremes there is a general disconnect
between physical ﬁndings and pain reports. An increasing number
of studies suggest that this disconnect is also found in OA.
Given its impact upon individuals and society, eradication of
pain in OAwould appear to be a laudable goal. The review by Seidel
and colleagues, however, reviews the unexpected consequences of
Nerve Growth Factor inhibition on the course of OA17. Much re-
mains for us to learn about relief of pain in OA and its interaction
with biomechanics and structural correlates of disease.
Finally, readers of this special issue should know that all reviews
and original research in this issue were subject to full and impartial
peer review, following all procedures that each independently sub-
mitted manuscript undergoes. The editors wish to thank the manyblished by Elsevier Ltd. All rights reserved.
Editorial / Osteoarthritis and Cartilage 21 (2013) 1143–11441144researchers who submitted articles for this issue and our editorial
board and other reviewers; we were greatly impressed with the
enthusiastic response from the research community by its submis-
sion of numerous articles for potential inclusion. Pain research has
progressed dramatically in the past few decades, and application of
its ﬁndings to OA research just beginning. We hope that this issue
will enlighten readers about pain research and its interface with
OA, with an eye toward further multidisciplinary collaboration in
research and clinical care.References
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Comment from Guest Editor, Joanne M. Jordan, MD MPH and
Editor-in-Chief, Stefan Lohmander, MD PhD:
In addition to theusual editorial staff, this issuebeneﬁtedgreatly
from the august insights and knowledge of Richard H. Gracely,
PhD, an eminent neuroscientist and pain researcher for many
decades. The editors and staff of the journal thank him for his
contributions in helping to bring this special issue to fruition.Joanne M. Jordan, Guest Editor*
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